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TO THE EDITOR
According to Lee’s comments and
recommendations from a statistical point
of view, we recalculated P-values of all
the ﬁgures except Figures 4, 5c, and 6c.
Wilcoxon rank-sum (Mann–Whitney)
test and Kruskal–Wallis equality-of-
populations rank test with a Bonferroni
correction were performed. All data
showed statistically signiﬁcant differ-
ence (P-values o0.05). Therefore, we
concluded that the interaction between
natural killer T cells and dendritic cells is
important in the sensitization phase of
contact hypersensitivity.
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TO THE EDITOR
UVR remains a leading risk factor for
melanoma and non-melanoma skin
cancers partly owing to the continuous
exposure of human epidermis to sun-
light. To combat this chronic insult, the
body has adopted two important endo-
genous protection mechanisms: mela-
nin production, commonly referred to
as tanning, and epidermal thickening
(Agar and Young, 2005; Brenner and
Hearing, 2008). Melanin acts as a UVR
absorber and reactive oxygen species
scavenger. Higher skin concentrations
of melanin resulting in greater
protection from UVR (Ishikawa et al.,
1984; Kollias et al., 1991; Zmudzka
et al., 2006). Melanin is synthesized in
melanocytes via a multistep pathway
utilizing tyrosinase, the rate-limiting
enzyme that hydroxylates L-tyrosine to
3, 4-dihydroxyphenylalanine. UVR
exposure also induces proliferation of
keratinocytes leading to epidermal
thickening, which protects the skin by
reducing the amount of UVR that can
penetrate through the epidermis and
dermis, thereby reducing the number of
damaged cells (Scott et al., 2012).
Pharmacologically induced epidermal
thickening can thus serve as a
therapeutic UV-protective intervention.
Non-UV-induced melanogenesis
and enhanced DNA repair by topical
application of DNA oligonucleotides
(T-oligo’s) has been well demonstrated
both in cell culture and guinea pigs
(Eller et al., 1994, 1996; Hadshiew
et al., 2001; Arad et al., 2007). Nucleo-
tides and DNA fragments are of
particular interest because of their
potential biomimetic mechanisms of
photoprotection (Lawerence et al.,
2009).
Acyclothymidine nucleosides (aTds)
are novel, noncytotoxic mimetics of the
naturally occurring DNA dithymidine
sequences, in which the complex and
unstable ribofuranosyl groups found in
traditional T-oligos have been elimi-
nated, making aTds more stable and
easy to synthesize. The mechanism of
action of aTds mimics the UV-induced
dimerization of adjacent thymidines in
cellular DNA. We have validated this
approach in vitro (plasmid and cellular),
in vivo (mouse model), and ex vivo
(human skin explants) using a UVB light
source (Raza et al., 2013, 2014).
Molecules such as aTds that mimic the
photo-induced DNA damage responses
can activate intrinsic defense mechan-
isms in the absence of exposure to UVR.
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